Systolic time intervals are influenced by preload, afterload, and myocardial contractility.1-3 Thus, given a constant pre-and afterload or The reliability of the measured values was tested as follows. The systolic time intervals were analysed blindly by two observers. The mean interobserver differences were: 0 4 per cent for QSIII, 0-5 per cent for left ventricular ejection time index, 1.1 per cent for pre-ejection period index, and 2-3 per cent for PEP/LVET. In order to avoid interobserver variations, the echocardiograms were analysed blindly by a single observer. Repeated examinations of left ventricular end-diastolic diameter in eight persons with a 10 week interval have previously shown a mean difference of 2-3 per cent (H Egeblad, unpublished data).
Corresponding data for each individual were compared using Student's t test for paired data. Correlations were calculated using Spearman's rank correlation and least square linear correlation. When expressing percentage changes, regression towards the mean was avoided by conventional statistical methods.6 
Results
The changes in body weight, pulse rate, and blood pressure are seen in Table 1 . The variation in pulse rate and blood pressure were not statistically significant. The diuresis (mean ±SEM) was 456 ± 79 ml and 947 ±67 ml after 15 and 30 minutes, respectively. Alterations in systolic time intervals and left ventricular end-diastolic diameter were observed after 15 minutes. For left ventricular enddiastolic diameter, QS III, and left ventricular ejection time index the changes were not significant until after 30 minutes ( Table 2) . The relation between left ventricular end-diastolic diameter and pre-ejection period index is visualised in Fig. 1 . The relation between left ventricular end-diastolic diameter and PEP/LVET was similar.
The correlation coefficients between changes in left ventricular end-diastolic diameter (ALVEDD) versus changes in systolic time index and diuresis are seen in Table 3 The first 30 minutes after frusemide administration the effect on preload is mainly the result of an increase in venous capacitance and only later of a decrease in plasma volume.'0 This offers an explanation of the lack of correlation between ALVEDD and diuresis in the present study. The present study has shown a statistically significant correlation between a decrease in left ventricular end-diastolic diameter as an indicator of preload and changes in pre-ejection period index and PEP/LVET in normal subjects. We feel confident that combined measurements of systolic time intervals and echocardiographic determinations of left ventricular end-diastolic diameter will improve the ability to evaluate the haemodynamic effects of drugs.
